Soluble forms of Fas and Fas ligand concentrations in the seminal plasma of infertile men with varicocele.
The Fas system in the testis has been identified as a key physiological regulator of apoptosis, an ongoing physiological process that limits the size of the germ cell population so it can be supported. Recently it was reported that the soluble form of Fas blocks Fas dependent apoptosis. In the present study we measured soluble Fas (sFas) concentrations in seminal plasma of oligozoospermic men with and without varicocele, and in normal men, looking for an association between seminal sFas and sFas ligand with spermatogenesis. A total of 27 oligozoospermic men with varicocele, 59 oligozoospermic men without varicocele and 34 normal volunteers were included in this study. Patients were evaluated clinically according to the protocol of the World Health Organization. sFas and sFas ligand were measured using a commercially available double antibody enzyme linked immunoassay. Follicle-stimulating hormone, luteinizing hormone, testosterone and estradiol concentrations were determined by chemiluminescence assays. Seminal concentrations of sFas in oligozoospermic men with varicocele (3.6 +/- 2.4 ng/ml) were significantly lower than those in oligozoospermic men without varicocele (4.9 +/- 2.7 ng/ml, p = 0.0321) and normal men (5.1 +/- 2.4 ng/ml, p = 0.0201). The seminal sFas concentration significantly correlated with sperm concentration (r = 0.517, p = 0.0058). After varicocelectomy the increase in sperm concentration significantly correlated with an increase in sFas in seminal plasma (r = 0.555, p = 0.0026). The serum concentration of luteinizing hormone, follicle-stimulating hormone, testosterone or estradiol did not correlate significantly with the seminal sFas concentration. The sFas ligand concentration in seminal plasma was less than the limit of detection. The sFas concentration in seminal plasma shows a strong association with spermatogenesis. Subnormal levels of sFas may be responsible for increased apoptosis induced by the Fas system, resulting in impaired spermatogenesis in patients with varicocele.